Injections of Triton WR 1339 increased triglyceridemia ; this effect tended to be more pronounced in the fat birds. The rate of increase of triglyceridemia did not plateau as the dose of Triton increased. The injection of Triton frequently led to convulsions and death. It is concluded that this model of genetic fatness is different from the monogenic models of mammalian obesity since hypertriglyceridemia was not systematic and was not associated with hyperglycemia or hyperinsulinemia.
Introduction.
By selecting broilers for high or low levels of abdominal fat, we have produced two genetically diverse lines of fowl : a fat line (FL) and lean line (LLI. These lines exhibit similar live body weights (Leclercq et al., 1980) , slightly different food consumption (Touchburn et al., 1981) and different plasma insulin after a meal or a glucose load (Touchburn et al., 1981 ; Simon and Leclercq, 1982) . Most of the differences between these experimental lines have been reviewed recently (Simon and Leclercq, 1982) . The aim of the experiments described here was to determine if various plasma parameters, and particularly plasma lipid levels, differed between the fat and lean lines.
One characteristic of most mammalian obesities is an elevation of plasma lipid concentrations (Zucker and Zucker, 1962 ; York, 1975 (Fruchart et al., 1974) Most mammalian obesities are associated with hyperglycemia, hypertriglyceridemia and hypercholesterolemia (Mayer and Jones, 1953 ; Zucker and Zucker, 1962 ; York, 1975 ; Kaplan and Leveille, 1976 ; Mahler et al., 1976 ; Bach et al., 1981) . Higher lipoproteinlipase activity is also very frequently associated with these obesities (Gruen et al., 1978 ; Hartman, 1981 ; McNamara and Martin, 1982) . It has been extensively demonstrated that monogenic (fa/fa rats) and polygenic (mainly human) obesities are due to high triglyceride synthesis in the liver and the adipose tissue (Jansen et al., 1967 ; Robertson et al., 1973 ; York, 1975 ; Jeanrenaud et al., 1977) . This enhanced lipogenesis and lipoproteinlipase activity are thought to be the consequences of hyperinsulinemia (Dubuc, 1976 ; Borensztajn et al., 1972 ; Garfinkel et al., 1976) .
In our polygenic model of fatness in the chicken no true obesity was observed since total lipids did not exceed 20 % of body weight (Simon and Leclercq, 1982) . However, some significant interline differences in plasma parameters appeared very early in the selection program. In the F3 generation, we showed that there was a difference in glycemia in fasted and in fed FL chicks shortly after hatching (Touchburn et al., 1981) ; by the F5 generation, this difference could be detected before hatching (Simon and Leclercq, 1982) . As in the fa/fa rat (Boulange et al., 19811, differences in triglyceridemia between fat and lean chicks were observed very early in life. In the fed state, this difference increased with age, particularly if the chicks were fed on a low-fat diet. The phenomenon was not as clear-cut when the diet contained 6 % added fat. This latter observation is in good agreement with those of Whitehead and Griffin (1982) who showed that the selection of broilers for fatness and leaness on the basis of high and low plasma triglyceride concentrations was more efficient when the birds were fed on a low-fat diet. A higher (although not significant) level of plasma phospholipids was found in the fat birds, implying a higher HDL concentration, as observed in some other obesities (Zucker and Zucker, 1962 ; Bach et al., 1981 (Fiser et al., 1974 ; Palmer et al., 1978 ; Boulange et al., 1981) , triglyceridemia increased markedly and as a linear function of the injected detergent dose. We did not observe a plateau in the response. This could be due either to higher hepatic synthesis of VLDL in birds compared to mammals or the structure of VLDL. In our conditions, VLDL secretion tended to be higher in FL than in LL chickens, but the difference was not significant. The secretion rate of VLDL in FL and LL will be compared in other more physiological conditions.
In conclusion, systematic differences in glycemia and triglyceridemia were observed between FL and LL chickens. A less pronounced difference was observed in plasma phospholipid concentration. There were no differences between the lines in regard to the other parameters measured, such as cholesterol and non-esterified fatty acids. The differences were generally of a lesser magnitude than those found in monogenic rodent obesities. Some of our results are even in direct contradiction to these models since the FL chicken always displays a lower plasma glucose concentration and does not present permanent hyperinsulemia (Simon and Leclercq, 1982 
